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Hypertrophic osteoarthropathy (HOA) is a clinical and radiologic syndrome that consists 
of periosteal new bone formation, synovitis, and digital clubbing. Secondary HOA has 
been reported confined to one or two extremities that are perfused by Dacron grafts that 
have become infected. Herein we include a report of a vascular graft infection that shares 
some of the clinical features with HOA and a brief review of pathophysiologic theories. 
We conclude mphasizing that periostitis and other HOA signs and symptoms may play a 
role as a clue to support he suspicion of vascular graft infection when confusing and 
vague clinical features are present. (J Vase Surg 1997;26:895-6.) 
Hypertrophic osteoarthropathy (HOA) is a clini- 
cal and radiologic syndrome that consists of perios- 
teal new bone formation, synovitis, and digital club- 
bing. It occurs most commonly in association with 
intrathoracic malignant diseases, chronic intraab- 
dominal diseases, and hepatic tumors. Characteristic 
clinical findings are generally bilateral and symmetric, 
involving both upper and lower limbs; rarely, 
changes in lower limbs occur in the absence of symp- 
toms in the upper limbs; much rarer is the restriction 
to one isolated limb. 1 On the basis of the previous 
reports in which the examples of secondary HOA 
have been reported confined to ne or two extremi- 
ties in association with infected Dacron grafts, 2~2 we 
reported a case in which unilateral lower limb HOA 
predated the clinical events that were associated with 
aortic graft infection. 13 A new case sharing some 
clinical features with HOA was detected recently in 
our Unit. 
CASE REPORT 
A 64-year-old man was admitted to the hospital be- 
cause of multiple drainage sinus tracts along the subcuta- 
neous pathway of an axillodistal superficial femoral Dacron 
bypass graft that had been implanted at redo surgery 7 
years ago. At admission the patient was hyperthermic, and 
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a hemogram revealed an elevated white blood cell count 
with left-shifted ifferential. On physical examination, the 
patient's left lower limb was swollen, cold, and had no 
palpable pulses. The patient complained of pain and ten- 
derness in his left knee, but there was no digital clubbing. 
Roentgenograms exhibited ipsilateral subperiosteal new 
bone formation and cortical thickening of left femur distal 
diaphysis and metaphysis (Fig. 1). Synovial fluid was non- 
inflammatory, clear, and viscous. Emergency removal of 
the entire infected and thrombosed graft was carried out, 
and a left midthigh amputation wasperformed. Microbio- 
logic cultures had positive results for Escherichia coli, Pro- 
teus mirabilis, and coagulase-negative Staphylococcus. The 
patient had an uneventful recovery. 
D ISCUSSION 
The pathophysiologic mechanism of HOA re- 
mains speculative. The humoral pathway is the most 
acceptable mechanism, by which an endotoxin, vaso- 
active compound, or other substance is activated or 
released by bacteria djacent to the graft. The HOA 
symptoms confined to the tissues perfused by the 
infected graft might be explained if the humoral 
factor were metabolized in the lungs or peripheral 
tissues, 2-13 a theory that is supported by clinical im- 
provement after blood flow interruption through the 
infected graft after its removal. 2,4,7,8,12 A specific re- 
sponse of the Dacron material to infection has also 
been advocated, z,~2 The neurogenic pathway might 
be mediated by autonomic nerves; this is supported 
by relief of symptoms after pulmonary resection and 
transthoracic vagotomy, perhaps as a result of reduc- 
tion of  blood flow to the involved extremities. ~4 This 
local neurogenic mechanism could be initiated by 
the infected graft. Both theories are not mutually 
895 
JOURNAL OF VASCULAR SURGERY 
896 Martlnez-Ledn et al. November 1997 
Fig. 1. Bone roentgenogram discloses marked periosteal 
bone formation and its lamellar aspect along the left femur 
diaphysis (arrowheads). Note the extraanatomic graft anas- 
tomosed to the distal superficial femoral artery (arrow). 
exclusive, as the parasympathetic nervous ystem may 
be operant in the formation of  the humoral  factor or  
may bc st imulated by the humoral  factor. 4
Because graft infections are often subtle in pre- 
sentation, particularly for grafts confined to the ab- 
domen,  this possibil ity must  be seriously suspected in 
any patient with a vascular graft in whom an other- 
wise unexplained illness develops. A l though graft 
infection was obvious in the case we report,  data 
suggest hat HOA signs and symptoms may be help- 
ful in those patients who have confusing and vague 
clinical features that suggest vascular graft infection. 
We might  conclude emphasiz ing that periostitis de- 
tected on bone roentgenograms of  thel imb perfused 
by the suspected infected graft may be a clue that 
further supports this suspicion. 
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